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Enhanced Sensitivity to Toxicants via Inhibition of ABC Transporters
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1. Monitor apoptosis and survival of urchin ° o | ’_\ *D|srupt|on of multi-drug transporters in the presence of
embryos. 0 6 12 18 24 30 36 42 48 0 6 12 18 24 30 36 42 48 ;eemingly benign_ concentrations of _genotoxins can lead to
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2.Determine if the addlt.lon of known mhlb_ltors of Figure 2. Exposure to genotoxic chemicals does not induce apoptosis during cleavage. Chemical induced apoptosis *Thi_s_sm_dy prOVides_ evidence for the hypOth?SiS that chemo-
efflux transporters increases apoptosis and peaks around the stage hatching. Urchin embryos are surprisingly resistant to apoptosis (<50% of embryos) even in sensitization has real life consequences to aquatic embryos.
decreases embryo survival. the presence of high concentrations of genotoxic chemicals (Vega and Epel, 2004).
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